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Acute Motor Axonal Neuropathy

Dong-Kuck Lee, M.D.

Department of Neurology, School of Medicine, Catholic University of Taegu-Hyosung

- Abstract -

From among the group of patients diagnosed clinically to have Guillain-Barré syndrome(GBS), sub-
groups with pure motor involvement have been identified. Some of such patients appear to have an axonal
neuropathy by eletrophysiology. Such cases have been termed acute motor axonal neuropathy(AMAN).
Many of these patients are found clinically to have normal sensation and to have electrodiagnostic pat-
terns consistent with selective degeneration of motor axons. A serological survey showed some of indi-
viduals with AMAN had evidence of antecedent Campylobacter jejuni(CJ) infection. And AMAN has an
association with the presence of anti-ganglioside antibodies.

This article reviewed briefly the AMAN and their relationship to CJinfection and anti-gangliosde antibodies.
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Figure 1. Proposed interrel ationships among the forms of Guillain-Barré syndromes.
AIDP: acute inflammatory demyelinating polyradicul oneuropathy
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Table 1. Classification criteria*

1. AIDP

At least one of the following is present in two or more nerves during the first 3 weeks of illness:
(a) Conduction velocity 0 95% of the lower limit of normal(LLN) if the amplitudeis [0 50% of the LLN : 00 85% of LLN if the

CMAP s 50% of the LLN.

(b) Dista latency [0 110% of the upper limit of normal(ULN) if the CMAP is normal ; 0 120% of the ULN if the CMAP is less than

the LLN.
(c) Evidence of unequivocal temporal dispersion.
(d) F-response latency 0 120% of ULN.
2. AMAN
(a) No evidence of demyelination as defined above.
(b) CMAPis 0 80% of the LLN.
3. Inexcitable

(a) Initial nerve conduction studies reveal absent evoked motor responses in two or more nerves.
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